HEPATIC changes during inflammation were studied in rats bearing a carrageenan induced granuloma. In spite of a decrease in the metabolic capacity of microsomes to induce lipid peroxidation during inflammation, the endogenous lipid peroxidation remained unchanged and unrelated with the hepatic activities measured. The continuous increase in hepatic cAMP observed during, acute and chronic phases could be related to adenylate cyclase stimulation by mediators, and could be an initial step in the hepatocyte adaptation leading to the increased level of hepatic caeruloplasmin, to the reduction of cytochrome P-450 level and to the modifications of Ca 2+ sequestration by microsomes.
Introduction
It is becoming evident that the liver has an important role in the development of inflammatory processes. [1] [2] [3] Physiological adaptive changes have been observed, such as a decrease in hepatic smooth reticuloendothelial system drug metabolism during adjuvant induced arthritis [4] [5] [6] and during carrageenan induced granulomatous inflammation in rats. A reduction in cytochrome P-450 dependent activities has been observed after administration of IL-6. The cytochrome P-450 system seems to Hepatic microsomal assays: The hepatic microsomal fraction from 2 g of liver sample was obtained by the method of Lowrey et al., 8 and the protein concentration was measured. 16 Cytochrome P-450 was evaluated by the capacity of its reduced form to react with CO. 19 Ca 2 + sequestration was measured as described by Moore. 2 Endogenous lipid peroxidation was determined by the absorbance at 233 nm (conjugated dienes) of the extracted lipids dissolved in cyclohexane. 21 The metabolic capacity of microsomes to induce peroxidation was assayed after 30 min of incubation at 37C in the presence of an NADPH generating system, 8 CC14 or PESO4, at the concentrations given in Table 2 , and the TBA reactive substances produced were measured by the method of Ghoshal and Recknagel. 22 
Results
The concentration of caeruloplasmin in plasma (Fig. 1 ) increased 1 day after the induction of the granuloma (0.60 g/l), and even more after 6 days (1.13 g/l) compared to the control value (0.34 g/l). (Fig. 3) increased gradually throughout the development of the inflammation, reaching 1.25 pg/mg protein 6 days after the induction. At the hepatic microsomal membrane level, no significant difference between groups was found in the endogenous conjugated diene concentration ( Table 1 ). The level of cytochrome P-450 (Table 1) decreased strongly after the induction of the inflammation (55% at I-1 day and 60% at I-6 day). Ca 2+ sequestration by the microsomal fraction (Table 1) 
